A 2016 457 A5 29 4555 7 ] China J Orthop Trauma, Jul.2016, Vol.29, No.7

M N

=
IR

Toll HEZ A S S AE/ IMATETC TR AR B A
R RIEH]

x| Th T
(MR KRFEFGEMESREREER, I MR 210093)

[EE] AHERHZFHATERRIAKGZT LG RE  ERBEF SO TABEL PRI T ZFER B
AL T A G ARABAR B B 0 fa RO B AR AP AT K B T Ae L S M R, k) s R e I E R R e e, FRUR A L A
i 5 T R AR B FRE M BAR AU R A L B ATAT IR LB R AR L E Toll AR e K R | 5l A2
1% K B F 6988 F 3R B MR, 3T Toll BZARR X MRTRAL T A H AN 69 K smid 42, 1252 53T Toll
AR R Lo TR E VAR TLR 125 8% 5 T 42 5@ %2 19 2 defTA0 Z B 2 5980, B 3705 A A3 20 00 %0 04 FRe . R
it —F AR R E A E 4 B R RUE Toll A 24k e X2 R B AUH) VA BB AT 49 16 2R 25 4 8k B 41 3T Toll 4 % 4k 3,
KR DR KA S ST AR S A B T A T & AR T AN B 69 B R AL

[R$EiR] RBAHERS; Toll Hatk; Kz dik;, EwEmp; & Lak

DOI: 10.3969/].issn.1003-0034.2016.07.020

Role of Toll-like receptors and inflammasome in aseptic loosening L/U Nai-cheng and ZHA O Jian-ning. Department of
Orthopaedics , Jinling Hospital Affiliated to Medical School of Nanjing University , Nanjing 210093, Jiangsu , China

ABSTRACT Aseptic loosening, ascribes to particle-induced osteolysis, is the most common reason for total joint arthroplasty
failure. Wear particles,liberated from the surface of prostheses,mediate the expression of inflammatory cytokines in
macrophages and increase the osteoclastogenesis. However, it remains unclear how macrophages can recognize wear particles
and be induced by wear particles. Recently,a number of studies have demonstrated that Toll-like receptors and inflammasome
may play a critical role in osteolysis. However,the mechanism of activation of Toll-like receptors and the relationship between
TLR pathway and downstream signaling pathways still remain unclear. It will be beneficial to understand the pathogenesis of

aseptic loosening by exploring these mechanisms. This article highlights the role of Toll-like receptors and inflammasome in

aseptic loosening , which is helpful to the development of therapies that prevent wear particle-induced aseptic loosening.
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